Bone morphogenetic proteins (BMPs), a group of cytokines in the TGF-b superfamily, have complex regulatory roles in the control of neural proliferation and cell fate decision. In this study, we analyzed the potential role(s) of BMP signaling on the regulation of the proliferation and differentiation of the unique progenitor cells of the neonatal anterior subventricular zone (SVZa). Unlike other progenitor cells of the brain, SVZa progenitor cells have the capacity to divide even though they express a neuronal phenotype. In order to augment or inhibit endogenous BMP signaling, we injected into the neonatal rat SVZa replication-deficient retroviruses encoding for either the wild-type BMP receptor subtype Ia (wt-BMPR-Ia) or a mutated dominant-negative version of BMPR-Ia (dn-BMPR-Ia) in conjunction with a reporter gene, human alkaline phosphatase (AP) and perfused the pups 1, 4 and 7 days post injection. We analyzed whether changing the expression of BMPR-Ia has an effect on the spatial-temporal expression pattern of the cyclin dependent kinase inhibitor, p19
Introduction
Progenitor cells that are located in a discrete region of the anterior part of the neonatal subventricular zone (SVZa; Luskin, 1993) differ in their proliferation and migration characteristics from the rest of the progenitor cells of the CNS. SVZa-derived cells proliferate and migrate to the olfactory bulb along a highly restricted pathway called the rostral migratory stream (RMS), while expressing markers associated with postmitotic neurons (e.g., neuron-specific b-tubulin, MAP-2 and PSA-NCAM) (Menezes et al., 1995) . This is in distinct contrast to immature neurons arising from the telencephalic ventricular zone, which become postmitotic before expressing neuronal cell-type specific markers and migrating to their final destinations (Brand and Rakic, 1979; Menezes and Luskin, 1994; Takahashi et al., 1995; Bittman et al., 1997; Kornack and Rakic, 
